Urinary calcium 20 and 90 mg/24 h. X-rays showed rib fractures and symmetrical Looser zones in the scapulae and the lesser trochanters. Treatment and progress: There was considerable improvement, clinically and radiologically (Fig 1) on oral vitamin D.
Comment
This patient had osteomalacia when first seen in 1962 which progressed in spite of pancreatic supplements. This is an uncommon complication of steatorrhcea secondary to chronic pancreatitis, a disorder of digestion rather than absorption, although rickets has been noted in fibrocystic disease of the pancreas (Oppenheimer 1956) . The situation in this condition, however, is complicated by the associated bowel abnormality.
A review of the literature has failed to reveal other cases of osteomalacia following pancreatitis. The condition may be less rare than this fact suggests and 2 other patients with chronic pancreatitis and osteomalacia have been studied at University College Hospital.' Both were non-alcoholic elderly men with pancreatitis proved by laparotomy and biopsy. The etiology of the pancreatic disease was unknown. As in the present case, osteomalacia progressed despite pancreatic supplements (pancreatin BP) although one of these patients had a poor diet which may 1I am very grateful to Dr J C Hawksley, Dr J F Stokes and Professor C E Dent for permission to mention these two patients have contributed to the development of his bone disease. In neither of these cases was jejunal biopsy performed.
Pancreatitis is commonly associated with alcoholism in the United States but much less so in this country (Howat 1963) . The present case showed objective evidence of alcoholism in his hepatomegaly and peripheral neuropathy.
Massive Phteochromocytoma D W Boyd BM MRCP (for B Gottlieb MD MRCP and P King FRCS) Miss L G, aged 73 History: For thirteen years she had suffered from attacks of 'terrible headaches,' profuse sweating so severe that 'I had to cut my hair to stop it getting soaked,' palpitations, 'cold hands' and sometimes a constricting pain .around her throat. Past history: June 1964: myocardial infarction. 20.11.64: admitted with auricular fibrillation 140/min, blood pressure 210/120, jugular venous pressure + 5 cm, cedema of ankles and basal crepitations. The following day she developed a right hemiplegia and dysphasia.
Clinical Section
On examination: Between attacks she had a blood pressure in the range 140-170/80-90. Postural hypotension to 90/60 was observed on more than one occasion and led to the diagnosis (Visick 1964) . A tumour mass continuous with the lower border of the liver was palpable. Compression did not give rise to an attack, though one did occur during presacral oxygen insufflation. During attacks she was pale, cold, tense, sweaty and unresponsive to questions. The highest blood pressure recorded was 240/160. Investigations: ECG: no evidence of left ventricular hypertrophy. Urinary 3-methoxy-4-hydromandelic acid (VMA) 44, 56 and 49 mg/24 h (normal 1 8-7-1 mg/24 h). Phentolamine test, 5 mg I.V. during an attack: blood pressure fell from 210/150 to 160/110, and one hour later from 190/130 to 140/90. IVP: right kidney low; rounded lower border of soft tissue shadow above it. Presacral oxygen insufflation (Fig 1) : suprarenal tumour 18 5 cm in diameter.
Pre-operative treatment: Both a and P adrenergic blocking agents were used (Ahlquist 1948). Phenoxybenzamine, a long-acting drug of the former type, was given orally in daily doses for a week, increasing from 0-8 to 2 mg per kg bodyweight. A 3-blocker pronethalol, 50 mg, was given intravenously one hour before operation (Ross 1965, personal communication Massive right suprarenal tumour presented with the hepatic flexure displaced downwards and the duodenum medially. Left adrenal and other abdominal viscera normal. There was no rise in blood pressure on induction, intubation, or initial incision. During operation there were several spikes of hypertension, to a maximum of 220 mmHg systolic, which were easily controlled by phentolamine in a total dose of 9 mg.
There was no fall of blood pressure on clamping the main vein, but the pressure suddenly became unrecordable during mobilization of the tumour with the vein clamped. The hypotension responded rapidly to blood transfusion and a small dose of noradrenaline (total dose 3 mg). There was no sudden loss of blood at the time but it was felt that replacement had lagged. The total blood loss was 1,200 ml. No further noradrenaline was given during the operation or during the post-operative period, which was uneventful. Pathology: The tumour weighed 900 g. Histology showed a hemorrhagic cellular phxochromocytoma. Progress: Follow up six weeks after operation showed a stable blood pressure in the range 140-160/80-100. She was making a good recovery from her hemiplegia and dysphasia.
Discussion
It is suggested that adrenergic blocking drugs help to stabilize the blood pressure and pulse rate during operation (Dornhorst & Laurence 1963). Phenoxybenzamine can be given orally in single daily doses but in these large amounts tends to produce nausea and vomiting. It may therefore be preferable to give it in divided doses. It is poorly absorbed and some prefer a daily intravenous infusion (0 5-2 0 mg per kg body-weight in 5 % glucose). By whatever route it is given the dose can be increased until the §ystolic blood pressure falls to 100-110 during part of the day (Ross 1965, personal communication) . The patient is liable to postural hypotension and must be kept in bed.
The pre-operative dose of pronethalol seemed to control the pulse rate initially but a second dose of 50 mg was given during operation on account of tachycardia. This was followed by a marked fall in pulse rate and blood pressure. Pronethalol is carcinogenic in mice, and in future the new drug propranalol may be preferred (Black et al. 1964) .
The largest published series of these tumours is that of the Mayo Clinic (Gifford et al. 1961 (Gifford et al. ,1964 . Of their 71 cases diagnosed during life, the oldest patient was 67 and the average age was 40. The largest tumour weighed 700 g and half the tumours were less than 50g. Neither the size of the tumour nor the age of this patient is exceptional but the combination, coupled with successful removal, seems to be unique. Fig 1) until 6 months of age when he developed vomiting, constipation, weight loss and anorexia. These symptoms were present for two months before he was seen at hospital at the age of 8 months. On examination: He was a pale, thin, mildly dehydrated infant of normal intelligence with a distended abdomen. The liver was firm and enlarged to the level of the umbilicus. The spleen was palpable 1 in. below the costal margin. Investigations: Hb 14-3 g/100 ml. WBC 17,500 (later 18,500), differential count normal. Plasma bicarbonate 13 and 12-5 mEq/l.; blood glucose levels ranging from 45 to 82 mg/100 ml, serum cholesterol 237 mg/100 ml. Urine pH 5-5-5.
Glucose tolerance test (Fig 2) showed a delayed but adequate rise of blood glucose. Glucagon and adrenaline tolerance tests (Fig 2) showed a rise of 12 and 14 mg/100 ml respectively. Liver function tests normal. Urine chromatography for amino acids normal. No ketonuria. Liver biopsy: An open liver biopsy was performed at Queen Elizabeth Hospital for Children. Histology showed fine cirrhosis and a moderate excess of glycogen distributed in the liver cells as fine-and large granules, the latter staining dark blue with iodine.
The glycogen obtained by extraction with cold trichloroacetic acid and by 30 % potassium hydroxide is now being investigated. Preliminary results suggest that an abnormal glycogen is present, possibly amylopectin (Andersen 1956 , Sidbury et al. 1962 .
Enzyme studies on the liver tissue are proceeding to determine any defect in the pathway of glycogen metabolism.
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